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ABSTRACT Objective To evaluate the effect of nimesulide on gastric cancer cell line SGC7901 VCR and SGC7901 and
Methods  Cell
suppression rates were detected by MTT assay. Rh123 concentration in cells and expressions of P-170, GST-1r were analyzed by
Results Nimesulide inhibited the cell growth of SGC7901VCR and SGC7901 in a dose and time dependent
manner, especially for SGC7901 cells. Rh123 fluorescence intensity in the SGC7901VCR cell was obviously increased and P-

explore the mechanism of which reversing multi-drug resistance to gastric cancer cell line SGC7901VCR.
flow cytometry.

170 ,GST-1r expressions were decreased by nimesulide (P <0.05). Conclusion Nimesulide can partly reverse multi-drug

resistance to gastric cancer cell line SGC7901VCR, the mechanism of which may be associated with decreasing expressions of P-
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170 and GST-.
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ABSTRACT Objective To establish a model of collagen synthesis in vitro and to probe the effect of PNS on that.
Methods
establish a mixed sera-driven collagen synthesis model. PNS was studied on the collagen synthesis model by *H-Proline
Results

HSC-T6 cells were incubated with the mixed sera containing different concentrations of NBS and rat sera, so as to

incorporation method. 10% NBS with 3% rat serum was the best condition for stimulating the collagen synthesis in

HSC-T6 cells .

After 48 and 72 hours”incubation, 0.01,0.05,0.25,1.00 and 1.25 mg - mL" PNS significantly suppressed the

collagen synthesis in HSC-T6 cells (P <0.05) in a conceniration and time dependent manner ( # =4. 517 and 5. 832, P <

0.05).
inhibits collagen synthesis in HSC-T6 cells.

Conclusion
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A mixed sera-driven collagen synthesis model has been successfully established, and PNS markedly
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